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INTRODUCTION
Bartonella henselae is the aetiological agent of cat-
scratch disease (CSD), a benign cause of localised
lymphadenopathy, which often recovers sponta-
neously. Hepatic granulomatosis, such as other
systemic clinical presentations, is generally
described in individuals affected by immunode-
ﬁciency but it is rarely reported in immunocom-
petent patients [1–3].
We report a case of a 34-year-old immunocom-
petent woman with hepatic localisation of cat
scratch disease. The patient was admitted to the
hospital for iridocyclites and keratitis. She
reported mild asthenia and sporadic fever asso-
ciated with biological inﬂammatory syndrome
(VES, 67mm; PCR, 8.8 mg ⁄dL). Routine haemato-
logic controls revealed hepatic injury (ALA, 101
U ⁄L; AST, 208 U ⁄L; CHE, 2209; LDH, 702 U ⁄L;
ﬁbrinogen, 540 mg ⁄dL) associated with mild
coagulation disorders (PT 63%; PTT 35.5¢¢; INR
1.39). Abdominal ultrasonography revealed hepa-
tomegaly with multiple macronodular lesions in
the right segments of the liver, associated with
peripancreatic lymphadenopathy. Autoimmunity
and Wilson disease, and the agents responsible
for liver infection (BK, HCV, HBV, HAV and
TORCH agents), were excluded. HIV test was
negative. A subsequent biopsy of the macrono-
dular lesions showed epithelioid granulomas. The
patient lived in the countryside and she had
sporadic contacts with outdoor cats. She didn’t
report having been scratched or bitten by cats or
dogs. Weil-Felix reaction was positive (OX19 1:80;
OXK 1:160).
Antibodies against zoonotic agents were inves-
tigated.
MATERIALS AND METHODS
Serologic test
Homemade slides with antigen of B. henselae and Coxiella
burnetii (phase II) and commercial slides of Rickettsia spp. were
used to determine the level of IgM and IgG by IFI.
Histologic examination
Parafﬁn-embedded sections were stained with ematossilin and
eosin.
Immunohistochemistry
Monoclonal mouse anti-Human CD68 macrophage (clone
PG-M1 and clone KP1(Dako Corp., Santa Barbara, CA,
USA)), were used for detecting an intracytoplasmic 110 kDa
glycoprotein of macrophages and plasmacytoid T cells.
PCR analysis for C. burnetii and Bartonella spp.
PCR was carried out on DNA extracted by parafﬁn embedded
sections.
Amplicon sequence
The nucleotide sequences of both strands of 296 bp amplicon
were determined with an automatic DNA sequencer. Align-
ment of overlapping sequences was performed using the
online program ALIGN (http://vega.igh.cnrs.fr/bin/align-
guess.cgi).
RESULTS
Using IFI test, IgM and IgG titres against B.
henselae were doubtful and negative, respectively;
IgM titre against Rickettsia spp. was positive
(1:128) whereas IgG titre was doubtful; IgM titre
against C. burnetii was negative whereas IgG titre
was positive (1:40).
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Examination of the biopsy specimen showed
multiple granulomas in the portal region with
chronic lymphocytic inﬂammation extending
across the limiting plate of adjacent hepatic
lobule. Necrotising granulomatous lesions are
shown without prominent giant cells. Ematossilin
and eosin staining revealed periportal lymphocit-
ic inﬁltrates extending into the adjacent hepatic
lobule. Positivity for PGM and, CD68 and low
positivity for S-100 protein was described.
(Fig. 1a,b).
The amplicon of the 296 bp fragment of the 16S
rRNA gene of Bartonella spp. was obtained from
total DNA extracted from liver biopsy.
A search through the nucleic acid databases
using the BLAST search tool revealed that the
amplicon is identical to the 16 S rRNA gene of
B. henselae.
CONCLUSIONS
CSD is an infection that affects immunocompetent
children or adolescents. The typical clinical man-
ifestation is painful lymphadenopathy proximal
to the site of inoculation. Disseminated infection
is seen in 5–10% of cases. Hepatic or hepatosp-
lenic cat-scratch disease commonly presents as
fever of unknown origin or persistent abdominal
pain after a symptom-free period following inti-
mate contact with a kitten [4].
In immunocompetent adult patients, isolated
hepatic involvement without lymphadenopathy
represents an unusual condition. Our patient
showed atypical clinical symptoms and she didn’t
report abdominal pain.
Diagnosis of B. henselae infection with liver
involvement in our patient was conﬁrmed using
the IFI test and molecular methods.
Low serological positivity and cross-reactions
obtained with IFI could be compatible with
chronic disease.
The patient received speciﬁc antibiotic therapy
and she had rapid progression to normal hepatic
parameters.
The role of B. henselae in hepatic involvement is
underscored and when multiple hepatic lesions
are found in patients with constitutional symp-
toms suggesting an infectious illness, CSD should
be included in the differential diagnosis [5]. In
conclusion, these re-emerging infections need
more attention and careful analysis is also needed
in immunocompetent patients.
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Fig. 1. Hepatic lesions: (a) ematossilin and eosin staining;
(b) immunohistochemistry staining for PGM1.
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